Adenine nucleotide catabolism in human erythrocytes: pathways and regulation.
Studies are reviewed which show that in human erythrocytes the catabolism of AMP, leading to hypoxanthine, proceeds by way of AMP deaminase under physiological conditions as well as upon alkalinization and addition of deoxyadenosine. In contrast, the catabolism induced by glucose deprivation, proceeds for 75% via dephosphorylation of AMP. These findings can be explained by the kinetic properties of erythrocytic AMP deaminase, which were investigated at concentrations of substrate and effectors in the physiological range.